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[ Abstract] Avascular necrosis of femoral head (ANFH) is a series of physiological and pathological changes
induced by blood microcirculation disturbance of femoral head, which eventually leads to diseases of femoral head

necrosis. Microcirculation disturbance is the most common cause of ANFH, and improving femoral head microcircula-

tion can promote ANFH repairment and regeneration. Vascular endothelial growth factor( VEGF) gene transfection of
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bone marrow mesenchymal stem cells has a significant effect in the treatment of ANFH. Forkhead box C2 (Foxc2)

gene transfection of bone marrow mesenchymal stem cells can promote the differentiation of mesenchymal stem cells

and osteogenic precursor cells into osteoblasts after implantation of necrosis of femoral head, so as to repair the necro-

sis of femoral head. High expression of osteopontin( OPN) gene can promote the proliferation and differentiation of os-

teoblasts. High expression of pS3 gene reduces the generation of osteoblasts but increases the apoptosis, and increase

of bel-2 can inhibit the apoptosis. In this paper, we review the research progress in gene therapy for ANFH.
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Research status of the choice of surgical approaches for acetabular fractures
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As the largest intra-articular fracture of the human body, acetabular fracture is one of the most dif-

ZHANG Yu, et al.

doi:10.3969/j. issn. 1674 —3806.2020. 03. 26

[ Abstract ]

LI Shuo, ZHAO Yang-fei,

ficult operations in orthopedic departments because of its deep location, difficult exposure, dense blood vessels and

nerves around and the treatment of surgical anatomic reduction and rigid fixation. In this paper, we review the classic

approaches and the advances in various approaches to improve acetabular fractures.
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